manifestations, which typically begin in young adulthood, can include headaches, visual disturbances, neuro otological complaints, lower cranial nerve dysfunction, and sleep apnea (4) . Among the manifestations of CM-1, headache is one of the most common symptoms, occurring in 15-98% of the patients. The known headache spectrum in CM-1 includes cough headaches, exertional headaches, low cerebrospinal fluid pressure headaches, long-lasting headache attacks, suboccipital headaches, and migraine attacks (4) .
While CM-1 and CH seemed as unrelated diseases, determining the actual cause of CH is obviously difficult when these two pathological processes co-occur. It raises the question whether the pathogenesis of these diseases may be linked. With the current precision of central nervous system imaging, CM-1 can be an incidental finding when MRI is conducted for other reasons. In CM-1, variable caudal displacement of cerebellar tonsils occurs into the upper cervical canal. These structural abnormalities in CM-1 may include stretching of cranial nerves or direct compression of brain stem nuclei, compression of the posterolateral part of the medulla and the upper cervical spinal cord, vascular distortion in the territories irrigated by the vertebral and posterior inferior cerebellar arteries, and pressure on the rootlets of C1, C2, and the vagus nerves (4, 5) . Although the pathophysiology of CH remains undetermined, it has a neuronal component with involvement of the trigeminal nerve (1) . The pain of CH may be associated with dysfunction in an area of the brain stem and/or craniospinal pressure dissociation, stimulating pain-sensitive structures in patients with CM-1. Therefore we believe that CM-1 may be a factor associated with symptomatic cluster headache.
